One case report3 documents a woman who, at the age of 70, underwent a normal barium enema and sigmoidoscopy because 6 ofher 11 grandchildren had developed adenomatous polyposis. Four years later she developed a rectal carcinoma, with evidence of adenomatous polyposis at laparotomy.
Our patient must have developed adenomatous polyposis between the ages of 53, when a normal stomal enema was performed, and 57 when she presented with stomal polyps. This is an unusually late age f6r presentation as it is very rare to develqp adenomatous polyposis after the age of40. Offurther interest is the development of locaIized stomal adenomas 7 -years--before presentingh _with adenomatous-polyposis. A study of the clinica hi e8 of polyposis patients suggests that in the majority of cases the onset ofpolypis slow di*nsidious. Therefore, these stomal.1-*yps may represent the initial appearance of adenomatous polyposis, with slow development ofthe subsequent colonic adenomas..
Our patient also developed a rectal carcinoma at the young age of 35. This was at least'17 years before the appearance and diagnosis of adinomatous polyposis. There appears to be no other report in the literature ofa patient successfully treated for a rectal neoplasm subsequently developing adenomatous polyposis. Her daughter, who developed a colonic carcinoma at the age of 24, showed no evidence of adenomatous polyposis up to her death aged 26. Would she have developed adenomatous polyposis, had she survived?
Colorectal 'cancer families' have been described4 in whom a high proportion offamily members develop large bowel tumours, usually in their fourth decade. Although our patient's family history does not confirm a 'familial' nature to the polyposis, the occurrence of two colonic tumours presenting before the age of 40 implies that this family must be regularly screened for colonic adenomas and neoplasia.
Goligher' recommends follow up to the age of 40 in asymptomatic relatives of patients with adenomatous polyposis. We believe that, for this family, follow up should continue for longer because of the late age at presentation of our patient.
Angiolymphoid hyperplasia with eosinophilia N T Welch MB P A Hail MB D B Sprague FRCS
The London Hospital, London El Keywords: hyperplasia, angiolymphoid; eosinophilia Excision of a superficial mass from the head and neck region is a common surgical procedure. Angiolymphoid hyperplasia with eosinophilia is a little recognized condition that may cause uncertainty if its true nature is not appreciated.
Case report
A 49-year-old Mauritian man had a 6-month history of an enlarging lump in the lower lip. He was otherwise well. Examination revealed a discrete, soft, smooth, non-tender but mobile swelling measuring 2 x 3 x 2 cm. There were no haematological abnormalities. A clinical diagnosis of a mucosal. cyst was made and the lesion was removed via a mucosal incision. At operation a firm, beige nodule was removed and the possibility of a pleomorphic adenoma was considered.
Microscopic examination showed the lesion to be composed of small blood vessels lined by plump endo-thelial cells, surrounded by an infiltrate of lymphoid cells which in places formed germinal centres. In addition there was a conspicuous eosinophilic infiltrate throughout the lesion. These features are characteristic of angiolymphoid hyperplasia with eosinophilia.
Discussion
This poorly recognized lesion has masqueraded under a variety of descriptive and eponymous terms"2 including epithelioid haemangioma, atypical pyogenic granuloma, cutaneous eosinophilic lymphofolliculosis, and Kimura's disease. It was first described as angiolymphoid hyperplasia with-eosinophilia by Wells and MWhimster3, -but a sinilar lesion was described earlier in the Japanese literatura by of superficial lesions can occur, which together with the presence of regional nodes may suggest an infective or neoplastic process. Involution has occasionally been described in small lesions, but large lesions invariably persist if left untreated. Although up to 50% of lesions recur after excision or curettage"3, and whilst a unique case ofmicroscopic metastasis has been described7, it is generally felt that a conservative approach is all that is required"2'5.
The true nature ofthis lesion has been unclear for a long time. It is now generally thought to be a true neoplasm composed of proliferating endothelial cells which take on a characteristic plump, epithelioid appearance. The lymphoid and eosinophilic components are considered to be reactive"5. A diagnosis of a perforated viscus was considered and the patient started on ampicillin, gentamicin and metronidazole-(Flagyl). At emergency laparotomy there was 1500 ml foul-smelling purulent fluid in the peritoneal-cavity and a 7 cm diameter necrotic mass in the terminal ileum, 60cm from the ileocaecal junction. There was no evidence of liver or node metastases. A total of 30 cm of ileum was resected, including the perforated necrotic mass. After reanastomosing the ileum and appropriate peritoneal toilet, the abdomen was closed with a Penrose drain in the right iliac fossa.
The patient had prolonged postoperative ileus, purulent drainage from the incision and drain sites, a-nd developed a swinging pyrexia on the 9th postoperative day. His condition deteriorated rapidly over the following 24 hours when he developed endotoxic shock and died two days later. Permission for post-mortem was not granted. Pathology: Multiple. sections from the necrotic tumour tissue showed pleomorphic sarcoma composed of large fibroblast-like cells with pronounced nuclear atypia, roundedhistiocyte-like cells andpleomorphic giant cells. The giant cells showed-prominent 
